We have recently reported that CYB5D2 plays a role in suppression of cervical cancer tumorigenesis, "CYB5D2 displays tumor suppression activities towards cervical cancer" [1] . We provide the accompany data here describing the effects of CYB5D2 overexpression and addition of recombinant CYB5D2 on HeLa cell cycle distribution. Furthermore, we will present the conditions used to specifically determine CYB5D2 expression in primary cervical and cervical cancer tissues using immunohistochemistry (IHC) and the patient cohort involved in assessing the CYB5D2 protein levels in primary cervical and cervical cancer tissues.
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& The data on CYB5D2 in affecting ERK and AKT activation should be helpful in researching CYB5D2's role in regulating growth factor receptor signaling.
The data is useful for future investigations of CYB5D2-mediated cellular processes.
Data
Fig . 1 examines the cell cycle distribution of HeLa cells stably expressing either an empty vector (HeLa EV) or CYB5D2 (HeLa CYB5D2). Fig. 2 shows the status of AKT and ERK1/2 activation in HeLa EV and HeLa CYB5D2 cells. Activation of AKT and ERK1/2 was indirectly determined according to the specific phosphorylation events (see Fig. 2 legend for details). Fig. 1 . Examination of the effects of CYB5D2 overexpression on HeLa cell cycle distribution. HeLa EV and HeLa CYB5D2 cells were seeded in 60 mm plates, and cultured for 2 days. At density of approximately 80% confluency, cell cycle distributions were determined using a flow cytometer. Fig. 2 . The impacts of ectopic expression of CYB5D2 on serum-induced activation of AKT and ERK kinases. HeLa EV and HeLa CYB5D2 cells at approximately 90% confluency were serum starved for 24 h, and stimulated with 10% of fetal bovine serum for the indicated periods, followed by western blot analysis for the phosphorylation of AKT at serine 473 (pAKT) and ERK at threonine 183 and tyrosine 185 (pERK1/2) as well as CYB5D2 and GAPDH. Experiments were performed twice; typical results from a single repeat are shown. SF: serum free. Fig. 3 . Determination of the effects of recombinant CYB5D2 on HeLa cell cycle distribution. GST and GST-CYB5D2 recombinant proteins were purified from E. coli. HeLa EV and HeLa CYB5D2 cells were incubated with GST and GST-CYB5D2 at 1 mg/ml for 24 h, followed by the determination of cell cycle distribution. Cell proliferation in the presence of either protein was clearly observed. Experiments were carried out twice; typical results from a single repeat are shown. Fig. 4 . Anti-CYB5D2 antibody specifically recognizes CYB5D2. Normal human kidney tissue was immunohistochemistry (IHC) stained with anti-CYB5D2 antibody without and with addition of recombinant GST-CYB5D2 or GST. The indicated regions were enlarged 3 fold and presented underneath of the individual panels. Recombinant GST-CYB5D2 and GST were produced in E. coli BL21. The recombinant protein GST-CYB5D2 was generated by N-terminal fusion of the transmembrane domain deletion mutant of CYB5D2 to GST. Anti-CYB5D2 antibody was affinity-purified by using GST-CYB5D2 as previously described [4] . For the competition experiments, GST-CYB5D2 or GST at 1 mg/ml was pre-incubated for one hour on ice with anti-CYB5D2 antibody (1:250) before applying to human kidney tissues. CYB5D2 can be a secretory protein [2, 3] that has been indicated to inhibit Neuro2a cell proliferation [2] . The cell cycle distribution of HeLa cells was determined in the presence of either GST or GST-CYB5D2 (Fig. 3) . Fig. 4 shows recognition of the CYB5D2 protein in human kidney tissues by the anti-CYB5D2 antibody in the presence of GST or GST-CYB5D2 as a competitor. Table 1 shows the tissues used to examine the CYB5D2 protein levels in normal cervical and cervical cancer tissues. 
Experimental design, materials and methods

Experimental design and subjects
A tissue microarray slide was selected from US Biomax that contained 40 cervical squamous cell carcinoma and 20 normal cervical tissues (Table 1) . HeLa cells stably expressing EV or CYB5D2 were recently constructed [1, 4] .
Cell cycle distribution determination
Cell cycle distribution was determined by individualizing cells using 0.02% EDTA in PBS. Cells were stained with a propidium iodide (PI) solution (10 mM Tris pH7.5, 150 mM NaCl, 0.05 mg/ml PI, 0.1% sodium citrate, 0.2% Triton X-100, and 0.2 mg/ml DNase-free RNase A) overnight at 4°C in dark.Cell cycle distribution was analyzed using a fluorescent automated cell sorting (FACS) (Bechman Coulter, Cytomics TM FC500).
